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dence. Therefore control of availability has been and will continue to be a powerful prevention tool.
DEPRESSIVE DISORDERS
Major depression represents a profound biological dysregulation. Abnormalities in neurotransmitter function, the structure of sleep as measured by EEC studies, and regulation of neurohormonal response have been well documented. These can result in disturbances in eating, sleeping, energy, and attention, irritability, and distortions about the future, self-worth, and even about the value of life and living itself.
Major depression can result both from genetic influences and from severe and impairing traumatic life events. Animal models have elegantly demonstrated that a condition resembling severe depression that occurs in rats can result both from genetic influences and from environmental trauma and stress (Henn, Johnson, and Edwards, 1985). Thus, in the search for risk and protective factors, both classes of influence and their interactions are examined. Research has often focused solely on the broader category of mood disorders. In this review, evidence regarding mood disorders is used only when evidence on major depression is not available. When the older term "affective disorder" from DSM-III was used in the original research, that term is used here.
Biological Risk Factors
Genetic Vulnerability
In terms of genetic influences, an individual's risk for mood disorders becomes larger the larger the proportion of genes shared with a mood-disordered individual. Rates for mood disorders among monozy-gotic twins are about three times those for dizygotic twins. The rate of concordance for mood disorders for monozygotic twins is 0.50 for unipolar disorder (major depression) and 0.70 for bipolar disorder (Tsuang and Faraone, 1990). This emphasizes both the difference in heritability for unipolar and bipolar disorder and that environmental factors play a significant role. Studies of individuals with less severe forms of depression, that is, with symptoms that do not meet criteria for disorder, show considerably less heritability (Tsuang and Faraone, 1990).
Family Studies.   Using family aggregation studies, estimates of lifetime morbidity risks in first-degree relatives of probands with major depres- identified before they use alcohol, they could be given information that might encourage them to abstain from alcohol. Also, without alcohol there would be, obviously, no alcohol abuse or depen-eceptor, there is some limited evidence that the minor allele of the DRD2 gene on chromosome 11 is hold him in high esteem. These findings suggest that one developmental path to alcoholism may stem, in part, from family acceptance of an alcoholic parent's intoxicated behavior (IOM, 1989).
